ENTRODUCTEON

51
The opioid system is formed by a family of endogenous peptides released by neurons with reported 52 actions in virtually all physiological activities (Stevens, 2009) . From a general point of view, the opioid 53 system seems to be involved in the modulation and adaptation of the organism to challenges by 
MATEREAL AND METHODS
110
Electrophysiology 111
En vivo intracellular recordings from M-cells were obtained in adult goldfish (Carassius auratus, 3-5 inches 112 length) and carried out as described previously (Pereda et al., 1994) . Voltage responses to electrical 
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The reduction in the amplitude of the second spike (V') is proportional to the increase in membrane 
156
Statistical analysis 158
Results are expressed as mean ± SEM. Paired Student's t test was used to assess statistical significance 159 of the data, unless otherwise stated (level of significance: 5%).
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RESULTS
162
Club endings are single terminations of auditory afferents that originate in the sacculus, the auditory Fig. 3A) . We found that bath application of SCH-23390 blocked DAMGO effects; the mixed 215 EPSP averaged 97.5% ± 12.9, p > 0.8, and 115.6% ± 16.9, p > 0.3, of control values for the electrical 216 and chemical components, respectively (n = 6). Dopamine (Pereda et al., 1994 ) and CB1R-dependent 
227
were ascribable to modifications of the synaptic strength (Fig. 3C) . The M-cell AD spike averaged 107.4% 228 ± 4.9% after DAMGO application, 103.1% ± 5.0 after Naloxone and DAMGO application, 111.2 % ± 8.3 229 after local DAMGO, 106.7 % ± 7.0% after SCH 23390 and DAMGO, and 109.9% ± 7.7 after PKE 5-24 230 and DAMGO.
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Effects of opioids on the strength of inhibitory synapses
233
We next investigated the effects of activation of MORs on inhibitory inputs to the M-cell.
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Because they contribute to a feedback inhibitory circuit (Fig. 4A) , inhibitory terminals on the antidromically. In contrast to Glycinergic, GABAergic terminals are mostly distributed in the 
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The absence of effect of DAMGO on the strength of inhibitory synapses on the M-cell dendrite indicate that this mechanism is unlikely to be responsible for the local increase in dopamine necesssary to modify 318 mixed transmission. 
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Local control of dopamine availability 337
Our data suggests that the availability of dopamine in the M-cell dendrite could be increased by either 1) 338 the activity of dopaminergic neurons themselves whose cell bodies are located remotely, or 2) local 339 release of regulatory molecules acting in a paracrine fashion (Fig. 5) . The co-existence of these two 340 modalities of dopamine release is supported by evidence obtained in mammals. Local pharmacological 341 activation of opioid receptors in the ventral tegmental area is known to enhance the release of dopamine 342 at the nucleus accumbens, where ventral tegmental area axons project, by depressing synaptic 343 transmission at inhibitory terminals on ventral tegmental area dopaminergic neurons ("disinhibition").
However, application of opioid receptor agonists at the nucleus accumbens can also regulate dopamine 345 availability in this nucleus (Olds, 1982) , suggesting that not only somata but also axonic terminations of 346 ventral tegmental area dopaminergic cells are targets for opioid regulation (Olds, 1982) . Moreover, recent 
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Potentiation of these synapses could also be related to the well-established roles of endocannabinoids in 387 motor learning (Heifets and Castillo, 2009), and growth and survival of somatostatin (Reisine, 1995) . We 388 suggest that from the biological point of view, the term ''degeneracy'' is more adequate than 
